Primary infection with Herpesvirus hominis is increasingly frequent in young adult and adult populations (Smith, Peutherer, and MacCallum, 1967; Davies and Longson, 1970) and there is evidence that, under certain conditions, such infections may be associated with severe and very distressing disease (Montgomerie, Becroft, Croxon, Doak, and North, 1969; Lynch and Longson, 1970; Longson, 1970 (Bailey, 1970 Virucidal activity of chlorhexidine on strains of Herpesvirus hominis, poliovirus, and adenovirus neutral glass tubes. Before inoculation confluent cell sheets were washed free of growth medium and fed with 0-9 ml of maintenance medium per tube. After inoculation with fluid under test the cultures were incubated in a sloping position at 33-5°C and examined daily.
Eggs were candled, drilled, and inoculated on the chorioallantoic membrane in the usual manner (Beveridge and Burnet, 1946) . After inoculation eggs were maintained in a stationary incubator at 36-5°C for 72 hours. The membranes were harvested and fixed in 10% formol saline before examination.
CYTOTOXICITY OF CHLORHEXIDINE
The disinfectant-stock solution was diluted 1/1-25 and then in ten-fold steps from 4 x 10-2 to 4 x 10-8 (40,000 to 0-04 ,tg/ml) in sterile phosphate-buffered saline pH 7-2 (PBS, Oxoid). Tubes of H.Ep 2 cells were inoculated in triplicate with 0-1 ml of each of these dilutions, incubated, and observed for seven days. It was observed that at concentrations in excess of 0-004 ,ug/ml chlorhexidine was toxic to the cells.
In a second experiment, therefore, the chlorhexidine solutions were inoculated into tissue cultures in the same way but the tubes were incubated at 37°C for 90 minutes, when the cultures were washed free of disinfectant by three changes of phosphate-buffered saline. Fresh, chlorhexidine-free maintenance medium was then added to each culture and the tubes were returned to the incubator for seven days as before. Under these conditions no toxic effects were observed, even at concentrations as high as 4,000 jug/ml chlorhexidine.
To test the toxicity of the disinfectant on the chorioallantoic membrane of the chick, 0-2 ml of each of a series of tenfold dilutions containing from 40,000 ,tg/ml to 0-04 ,ug/ml of chlorhexidine was inoculated into four 10-day-old eggs, which were incubated at 35-5°C for 72 hours. Careful examination of the harvested membranes and of the embryos failed to reveal any toxicity of the chlorhexidine. All assay tubes which remained persistently negative were challenged on the seventh day by the inoculation of 10 TCID50 of the appropriate virus. After this challenge all the previously negative cultures produced typical cytopathic effects, confirming that the chlorhexidine had not appreciably affected the sensitivity of the cells. Discussion There is a surprising lack of information on the sensitivity of Herpesvirus hominis to common disinfectants. Early work by Levaditi and Harvier (1920) suggested that the virus was resistant to 1 % phenol. This was later confirmed by Sery and Furgiuele (1961) but refuted by Klein and Deforest (1963) . According to Klein and Deforest (1965) , Herpesvirus hominis is highly sensitive to sodium hypochlorite, formaldehyde, and glutaraldehyde. The virus is also destroyed by quaternary ammonium compounds and by ,B propriolactone (Tokumaru and Scott, 1964) .
Chlorhexidine (Hibitane, Nolvasan, Sterilon) is an excellent antiseptic but is not generally considered to be a reliable virucidal substance and its use is not advised for this purpose (Finter, 1970) . Indeed, earlier work (Hurst, 1955) had indicated that Herpesvirus hominis is resistant to chlorhexidine. Nevertheless, Eppley, Hays, and Kucera (1968) In the meantime the results obtained in these experiments justify the use of chlorhexidine as a disinfectant in the medical and in the veterinary prophylaxis of herpetic infections. In particular, there is no reason to believe that the 'sterilization' of clinical thermometers in the compound may lead to crossinfections with Herpesvirus hominis and, perhaps, the use of chlorhexidine cream in burned patients could prevent herpetic superinfection (British Medical Journal, 1970) . Whether the compound could be used in the therapeutic management of established herpes dermatitis or of dendritic ulcers is worthy of investigation. However, the activity of chlorhexidine on intracellular virus might be difficult to study because of its marked cytotoxic effect. It may, on the other hand, be fruitful to investigate the value of a solution in the treatment of experimental herpetic keratitis in the rabbit.
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